Introduction
The early recognition and treatment of left ventricular failure (LVF) has been strongly advocated as a means of reducing the mortality following myocardial infarction (Meltzer, 1968) . Clinical and radiological diagnosis of LVF is all too often inadequate, whilst the monitoring of physiological variables, although more precise, is technically demanding.
The increased filling pressure of the failing left ventricle is frequently, if not always, associated with left atrial hypertrophy and/or dilatation. In the first report of P wave abnormalities in the electrocardiogram (ECG) following myocardial infarction, Master (1933) found that the changes were associated with heart failure and attributed them to left atrial distention. Several groups have since reported P wave changes associated with LVF in both valvular (Wood & Selzer, 1939) and ischaemic heart disease (Sutnick & Soloff, 1962; Grossman & Delman, 1969) .
In disease and hypertension (70% v 35%; P < 0-005) and a higher hospital mortality (36% v 10%; P < 0-01).
Discussion
The second portion of the P wave represents electrical depolarization of the left atrium alone (Wenger & Hofmann-Cudner, 1952; Reynolds, 1953) . In normal subjects the amplitude of the terminal portion of P(vi) is less than -10 mm (Morris et al., 1964) . With left atrial dilatation and hypertension, this negative deflection becomes deeper and widened (Dines & Parkin, 1959) , reflecting a posterior rotation of the atrial vector. Morris et al. (1964) found that these changes are a more sensitive indicator of left atrial involvement in valvular heart disease than are the classical standard lead P wave abnormalities.
The findings of Sutnick & Soloff (1962) and our own show that in ischaemic heart disease in addition, P wave changes in praecordial lead V1 rather than in standard leads indicate left atrial distension more reliably. Sutnick & Soloff (1962) 
